
indications. If the patient will not or cannot submit
to this long and costly supervision, he must go on his
way under the delusion that all and the best that can
be done is being done for him. The diet must be pre¬
scribed on comprehensive scientific principles, with a
clear and well defined object in view, and be brought
to the test at the bedside, for the clinical test is
supreme, and educated common sense must count for
something in the dietetic management of chronic
disease.

It is not enough to send to the cells a fluid rich in
oxygen and in nutrient material, but it must also be
free from poisonous products from the portal system
and pulmonary veins. The circulation of a pure and
rich lymph must be active, so that there be no accu¬
mulation of cellular waste. Active oxidation is a

strong barrier against autoinfection, if the poison
succeed in passing through the liver. But the one

great remedy for autoinfection is free elimination by
the kidneys, bowels and skin. The best diluent, the
best solvent, the best diuretic, is a plentiful supply of
fluid— and to liquefy the bile and promote its dis¬
charge, to excite peristalsis and clear the alimentary
canal, this fluid should be taken hot, in which salicin
and a saline may be in many cases with advantage
dissolved. In the Cavendish Lecture of 1891, Dr. T.
Lauder Brunton speaks of the great value of hot
water in the treatment of gout and rheumatism, and
lithsemia. Tha use of cholagogues, diaphoretics and
diuretics—especially the natro-benzoate of caffeine
—will prove of some value. To secure a high degree
of healthy nutrition we need a rich, actively circula¬
ting and pure lymph. Every cell must have a clean
lymph in which to bathe, and from which to draw its
life and strength.

Second in importance only to careful alimentation
and active elimination, are the control of the habits
of life and the selection of favorable surroundings.
Here the indications are so special in individual cases,
that little can be said in a general way, and much
must be left to the physician's common sense and ex¬

perience. Under this heading must be included many
remedies the value of which is well recognized—a fa¬
vorable climate, pure air and sunshine, exercise, rest
with or without massage, a contented and hopeful
mental state, etc.—all contributing to the ease or ac¬

tivity of the circulation, of respiration, and briefly
and in a general way, of all the secretory, excretory
and nutritive processes.

.

The tendency of modern drug treatment is local
and special. In addition to local antiseptics and
local applications as indicated by perverted cell acti¬
vity in its various manifestations, we have also drags
that tend to keep the fluids of the system sweet, and
that affect one or more of the functions of an organ
in a special way. We have no so thoroughly efficient
local treatment that it cannot obtain some help from
constitutional measures, and we should not forget the
remedies that aid nutrition, regulate elimination and
control neuro-muscular discharges. Drugs that re¬
lieve gross symptoms are also of very great value.
Pain is in itself an evil, and a drug like opium is
curative by conserving vital energy and preventing
shock. A persistent high temperature is very de¬
structive, and must be controlled by antipyretics.
Many symptom drugs render valuable service in
emergencies. But to the aid of drugs must be
brought other and more powerful means—the promo¬
tion of a high degree of healthy nutrition, free elim-

ination, well ordered habits of life and a favorable
environment. Here lies the hottest of the battle, and
the hope of victory.

In the management of chronic disease, tact and
common sense are worth almost as much as medical
knowledge. The course is a long one, and tests the
endurance of the physician. I would emphasize the
importance of long continued supervision, and mi¬
nute instructions. The physician, as does, also the
surgeon, succeeds most often when he is a strict ob¬
server of detail, when he knows and remembers and
does little things.

My plea is for a broad, and comprehensive, and
well defined therapeutics ; a plea for the paramount
importance of hygiene and dietetics ; a plea for the
considerate use of drugs ; and finally, a plea for the
close study of this highest compartment of medical
knowledge, in which science and art lie down together.

10 East 43d St.

PARALYSES FOLLOWING ACUTE DISEASES.
BY JOHN FERGUSON, A.M., M.D., Tor., L.R.C.P., Ed.
DEMONSTRATOR OF ANATOMY AND LECTURER ON NERVOUS DISEASES,

UNIVERSITY OF TORONTO MEDICAL FACULTY'.

There are some varieties of paralyses that follow
acute diseases which present some features of great
interest. This interest can never cease until the true
pathology underlying these cases has been fully
worked out. My remarks on the present occasion are
with the view, that though they may not settle, they
may suggest the lines on which some of these cases

may yet be solved. In doing this I shall appeal al¬
most entirely to my own cases. First let me lay
down the general ways in which acute diseases may
be supposed to act on the nervous matter.

1. That these paralyses are due to the direct action
of the virus of the disease.

2. That they are due to some poison left in the sys¬
tem by the disease ; and that acts after the disease
itself has disappeared.

3. That they are due to some other poison that acts
conjointly, or in association, with that of the disease,
but may act on those who have not had the disease.

To each of the above views I shall have occasion
to refer, from time to time, as the cases are recorded.

The first case to be mentioned is one where the pa¬
ralysis affected the muscles supplied by the anterior
tibial nerve. It began four weeks after complete re¬
covery from the measles ; and advanced until the
tibialis anticue, the extensor longue digitoreum, thé
peroneus tertius and the extensor proprius pollicis
were almost completely atrophied. There was ex¬
treme reaction of degeneration. In six months from
the onset of the paralysis there was a fair amount of
recovery. The calf muscles, however, did not find
sufficient opposition, and underwent some contrac¬
tion, which was relieved by cutting the tendo Achilles.

This case would seem to point clearly to view No.
two, as the correct explanation. We could hardly
suppose any of the real materies morbi of the dis¬
ease still existing within the system four weeks after
the disease itself had disappeared, and desquamation
had been completed ; and, at a date when no one
would regard the person as still carrying any conta¬
gion. If this person had reached the time at which
we would suppose that there were no longer aay of
the germs of the measles in her system, before the
paralysis began, it is only fair to suppose that the
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paralysis was due to some agency or poison that was
left in the system by the measles. Under any cir¬
cumstances the third view, I think, cannot be main¬
tained.

A second case of very great interest occurred in a

patient of mine after an attack of typhoid fever.
The attack of typhoid fever was of an ordinary char¬
acter, and presented no special features. It was, if
anything, on the mild side. The patient made a

good recovery, and went home to the country to re¬
cuperate. His health and strength were returning in
a very encouraging manner. One day he went out,
when it was wet and cold. This was fully six weeks
after he had left the city for his home. After the ex¬
posure above mentioned, paralysis began to develop,
which rapidly assumed the form of a polyneuritis.
In addition to the usual features of multiple neuritis,
there came on those of bulbar paralysis. This, along
with the neuritis, steadily became more and more ag¬
gravated. About a month prior to death there was
considerable dementia. The whole duration of thé
paralysis was, almost to a day, six months.

It would be difficult to maintain the first view of
these cases ; and still more difficult to uphold the
third. One of two solutions may be offered to ex¬

plain this case. The first, that the typhoid fever had
weakened the nervous tissue and the exposure to the
wet and cold upset their nutrition, and started the
chain of pathological processes that ended in the pa¬
tient's death. The other explanation is that there
was in the system some poison ; and the cold and wet
either intensified its action or suddenly arrested its
elimination. This, I think, is more likely the correct
opinion ; and would therefore fall under the second
view of these paralyses after acute specific diseases ;
namely, that they are due to some poison in the sys¬
tem, which, after the disease itself has disappeared,
continues to act.

The third case I shall record was that of a young
married woman. She had a very severe attack of
diphtheria, with very abundant formation of mem¬
brane. She recovered, and was well enough to call at
my office on August 11, then feeling well, but looking
rather pale and anœmic. I was sent for to see her on
October 1, when I learned that she was complaining
of numbness and weakness in the hands. She had
been out two days prior to this, and had gotten wet
and fatigued. Up to this date there had been no

paralysis. The paralysis rapidly extended, involv¬
ing all four extremities, the muscles of respiration,
and finally the diaphragm failed. The patient died
on the twelfth day of this illness. Now it would be
rather difficult to say that this was a case of paralysis
due to the direct effects of the virus of diphtheria.
While this is so, it would be, I think, impossible to
exclude the causal relationship between the diphthe¬
ria and the paralysis. The fact seems to be correctly
expressed in the second proposition, that there was
left in the system some poison, other than the actual
virus of the disease, which did the mischief on the
nervous tissue. It is worth noting that in this case,
as in the typhoid fever one, there is the history of wet
and cold. This may be a mere coincidence, however,
or it may show that it had something to do in the
way of increasing the activity of the poison, or shak¬
ing a weak nervous system. In this case there was
seven full weeks from the date on which the patient
was able to call at my office after recovery from the
diphtheria, and the commencement of the paralysis.

This is a sufficiently lengthy period to probably ex¬
clude the direct action of the specific poison of the
disease.

A fourth case of paralysis following acute febrile
diseases, is also an example of the diphtheritic form.
The patient, at the time of the attack, was 60 years
of age. She contracted the disease while attending
her niece. The attack was a severe one, and was
marked by a very abundant formation of membrane,
and much asthenia. The membrane had not fully
disappeared from the fauces when there began dis¬
tinct facial paralysis, with tingling in the lips and
tip of the tongue. In two days there was much diffi¬
culty in swallowing, from paralysis in the pharynx.
Concurrently with these symptoms, there were paraes-
thesia and loss of power in both hands and feet. The
facial paralysis lasted three weeks, and the pharyn-
geal only one week. She could always swallow pulpy
food, but with great difficulty. The heart and respi¬
ration remained unimpaired. The paralysis in the
four extremities steadily increased. There was con¬
stant tingling of a very distressing character. The
muscles were extremely tender to pressure, and the
bed clothing had to be supported. The paralysis and
ansesthesia extended until the muscles and integu¬
ment of the back and abdomen, as far up as the um¬
bilicus, became seriously involved.

In this case the nerve disturbances commenced
during the actual existence of the diphtheria, and if
is only fair to conclude that they were due to the di¬
rect action of the poison of the disease, rather than
to the action, of some other poison left in the system.
Indeed, the second and third views are practically
excluded. This patient ultimately made a good re¬

covery, being able to walk pretty well in eight months
from the beginning of her illness. There were mark¬
ed muscular atrophy, loss of reflexes, and reaction of
degeneration.

The fifth case was that of a boy, aged 17 years, who
died on the eighteenth day of an attack of diphtheria.
As the membrane began to wear away, the fauces and
pharynx began to fail in power. The pupils became
widely dilated and stationary. The respiration and
heart were much lowered in strength. The pulse was

frequently rediiced to 30 and 32 beats per minute.
After giving a stimulating enema, the beats would in¬
crease, and sometimes become as frequent as 80 per
minute. He died of cardiac failure, purely of a par¬
alytic type. This case, I think, would fall under the
first condition, namely: that the paralysis was the
direct result of the poison of the diphtheria.

My sixth case, one of typhoid fever, comes in this;
class also. The patient, a young man, had an ordi¬
nary attack of the above disease. During the period
of defervescence, but before the temperature had on

any occasion reached the normal level, he complained
of parœsthesia in the hands and feet. Along with
this there was motor loss. The polyneuritis increas¬
ed, and covered a period of seven months before the
patient was out of bed. This case would seem to be
one where the paralysis was due to the true poison of
the fever, and not to some other poison ; for the pa¬
ralysis came on while the fever was still in existence.
It could not well be regarded as due to any form of
associated poison.

The seventh case of paralysis in this list, followed
an attack of la grippe ; or rather occurred during the
attack. The patient, a healthy young man and a stu¬
dent, was taken ill with influenza during its preva-
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lence in 1890. He made light of the attack for the
first few days, and only gave the matter attention
when, in attempting to walk, he found his power of
locomotion almost gone. On visiting him, I found
considerable paresis. He had not then been ill alto¬
gether one week. There was tingling in hands and
feet. The muscles, particularly those of the calf,
were tender to pressure. The knee reflex was much
weakened, but the plantar and cremaster reflexes were
still normal. The paresis increased until he could
not raise himself on his elbows, nor turn in bed.
The sensation of the hands and feet was impaired,
and the knee-jerk became almost lost on the left side,
and entirely so on the right. The bowels were con¬

stipated. The respiration was slow, and the heart,
for over a week, ranged from 30 to 40 beats per min¬
ute. It then gradually improved. For several weeks
the intellect was very slow. Thought was torpid, the
patient requiring considerable time to collect his
thoughts in responding to a question. The patient
was aide to walk in eight weeks ; but it required as

many months before all pseudo-ataxic movements
had disappeared in walking. In this case the paral¬
ysis was the first symptom of sufficient note to at¬
tract the patient's attention. Indeed, the nerve symp¬
toms began at once with the prime disease, and were
nu doubt due to the influence of the same virus as
that of the influenza.

The eighth case was one following close upon an
attack of influenza, and occurred during the epidemic
of 1890. The young man had an attack of this dis-
 ease. In a week,- or ten days at most, after he got
about again, the paralysis began. In the early part
of September of the same year, he was brought to
my office by his brother, who was a medical student,
and a member of my class. I learned from the pa¬
tient that his paralysis, both sensory and motor, was

thought to be due to some trouble in the medulla ob-
longata, and that the back of his neck had heen se¬

verely blistered, and had had a seton inserted into
it. It was a case of undoubted multiple neuritis.
The paralysis, coming on as it did in a week or ten
days after the influenza, is pretty strong grounds for
supposing that it was the result of the materies morbi
 if la grippe, and not that of some other accompany¬
ing or following toxic agent. In other words, that it
was a case that harmonized better with the first view
than with either the second or the third.

In the Gaz. Hebdom., Nos. 20 and 21, 1881, M. Bois-
sarie describes a series of cases where there was pa¬
ralysis in persons who had not had diphtheria, dur¬
ing an outbreak of the disease. His opinion was that
there was some associated poison that accompanied
diphtheria, and caused paralysis even though the par¬
alyzed person had not had an attack of diphtheria.
In other words, that diphtheria patients may com¬
municate to others some infection that gives rise to
paralysis and albuminuria, and not to the sore throat,
or formation of membrane. On this extremely inter¬
esting question I shall make some remarks, and re¬
cord a few cases.

The ninth case was that of a girl aged 18 or 19 years.
She was living in a family where there were three
very well marked cases of diphtheria. She had no

symptoms of the disease; never had the least sore
throat. On visiting the house one day, she complain¬
ed of not seeing well. I examined the eyes and tested
the sight. There was distinct cycloplegia. \7ision for
near and small objects was much impaired. There

was albumin in the urine in small amounts. No
other paralysis ever appeared, and vision was again
normal by the end of nine weeks. All the reflexes
were natural. Now this case of paralysis had all the
appearance of one following diphtheria. Are we jus¬
tified in saying that this young woman did not have
an attack of it? I do not think that we are. To my
mind, diphtheria is a constitutional disease, and not
merely one of the throat. We may meet with cases
of scarlet fever without a rash ; and in like manner
with cases of diphtheria without sore throat. Dis¬
eases do not always follow a fixed and absolute clini¬
cal formula. Here we have most likely an example
of the disease in a masked form. The specific poison
had entered the system, and produced albuminuria,
and some local paralysis. It is quite reasonable to
suppose that this girl could have communicated diph¬
theria to others, as well as another case where there
was distinct angina. In the case of scarlet fever with¬
out the rash this is the case ; and from such an exam¬

ple other cases may spring where the rash is abundant.
Tenth case in a boy of 13 years. His sister, two

years younger, had a sharp attack of diphtheria. On
the twenty-third day after I had made my last visit
to the sister, the brother called at my office. He had
then decided paresis, with tingling and numbness in
his hands. The pupils were dilated and accommoda¬
tion deficient. The closest questioning failed to re¬
veal the least history of diphtheritic sore throat.
Here was the paralysis, however, and the certain
knowledge of exposure to the sister's case rendered
the presumption convincing that the brother also had
suffered from an attack of the same disease. The
sister had diphtheria in unmistakable form, without
after paralysis. The brother had the disease in dis¬
guised form, and unnoticed ; while he suffered from
the pdst-paralysis. ' This case falls in the group de¬
scribed by M. Boissarie, and comes, as well as the
ninth case, under the third view of these cases, as
advocated by some authors.

My eleventh case was a typical instance of Bell's
paralysis. The patient, a girl 15 years of age, was at
home, at the time that her little half-brother died of
diphtheria. She had no sore throat, and any consti¬
tutional symptoms she might have had, were so slight
that they attracted no notice. Shortly after the death
of the half-brother I saw her, and found the left side
of the face paralyzed. The examination of the urine
yielded 4 per cent, of albumin. I would regard this
as a case of diphtheria with some of the symptoms
concealed.

The twelfth case of paralysis I mention is also one
with diphtheritic associations. There were altogether
five cases of diphtheria in the family. The eldest of
these is the one given in this article as case five. Of
the other two who died, one was a nursing child, and
the membrane extended into the larynx ; the other
died of bronchitis due largely to measles in the house
at the time, and which the patient had when she be¬
came diphtheritic. The two remaining ones with the
diphtheria made good recoveries, and never exhibited
after neural symptoms. One of the children, an ac¬
tive little boy, who had entirely escaped the diphthe¬
ria and measles, as was thought, shortly afterwards
developed alarming paralysis, which kept him in bed
for a little over a month. The four extremities were
involved, both sensory and motor. There was no pa¬
ralysis or anaesthesia of the palate or pharynx. The
heart remained free ; but the muscles of respiration
were partially paralyzed.
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I need not offer any comments on this case. It !
comes within the group described by Boissarie, as oc¬

curring at the time when diphtheria was prevalent,
but in persons who did not have the disease, only suf¬
fering from some associated poison. My own opin¬
ion is that this boy had a genuine attack of the dis¬
ease. Diseases do not breed true in all their clinical
features. It is in this way that we can explain those
cases of Boissarie where the paralysis came on first,
and the sore throat later in the illness. The poison
acted most promptly and intensely on the nervous

system, causing paralysis at once, and as the only
symptom in some cases ; and sore throat later on in
addition, in other, cases.

My thirteenth case has some features about it that
demand very careful consideration. A house in which
I had four cases of diphtheria, namely : husband,
wife, adopted daughter and wife's sister, was regard¬
ed as in an extremely unsanitary condition. The
cellar was damp and musty, and contained a good
deal of old earth and organic matter. The above
persons moved away. This was in June. In the end
of August another family moved into the house. No
sanitary improvements had been made. On Septem¬
ber 13 I was asked to visit the house, when I found
the patient, female aged 11 years, suffering from
symptoms of paralysis. The legs mainly were impli¬
cated. The knee-jerk was reduced. There were sen¬

sory as well as motor symptoms. No history whatever
of sore throat or previous exposure to diphtheria. -The
child developed the paralysis rapidly on entering the
premises where diphtheria had been known to exist.
The explanation of this case might be the bad condi¬
tion of the house, or that the diphtheria contagion
still infected the place. They were ordered to leave
the house at once. The patient gradually got well,
but never exhibited any further symptoms of diphthe¬
ria. There was a small amount of albumin in the
urine.

From the above cases I would conclude as follows :
1. That paralysis following acute contagious dis¬

eases is not due to some associated poison, as held by
Boissarie.

2. That some of the cases of paralysis are due to
the direct action of the specific poison of the disease.

3. That some cases of paralysis come on at a date
when we can no longer believe that the specific poison
of the disease is in activity. These cases may be due
to : a, some poison or impurity left in the system ; or

to, ò, some weakened and unstable state of the ner¬
vous tissue, caused by the disease, and which cold,
wet or fatigue readily overthro\vs. In this way a pa¬
ralysis results, as might have been the case, after
such exposure, even though there had been no previ¬
ous illness : but with greater readiness in those re¬

cently recovered from some acute attack, as typhoid
fever or diphtheria.

The second annual session of the Association of
Military Surgeons of the National Guard of the
United States will be held at St. Louis, April 19, 20,
and 21, 1892. An interesting programme of addresses
by prominent surgeons of the National Guard and
the United States Army has been arranged, and a

goodly number of scientific papers on Military and
Accidental Surgery will be read and discussed, and
all matters pertaining to the health, usefulness and
welfare of the civilian soldiers will receive attention.

THE USE OF THE TURKISH BATH IN
INEBRIETY.

Read before the American Association for the Study and Cure of Ine¬
briety, New York, April 15,1890.

BY CHAS. H. SHEPARD, M.D.,
OF BROOKLYN, N. Y.

The etiology and philosophy of inebriety have been
presented very thoroughly in previous papers read
before this Association, and I am now accorded the
privilege of bringing to your notice a new method of
treatment for that condition.

It is with pleasure that we note many of the for¬
mer theories held on this subject giving place to more
modern ideas. Common opinion considered inebriety
a vice, needing only moral treatment, while to-day it
is demonstrated to be a disease, and the world is
waiting to honor him who first discovers its microbe.

It was not until such ever-to-be-honored men as
Dr. Turner, Dr. Parrish, Dr. Mason, and a few others,
made plain to the community the true standing of
the inebriate, and showed that this disease was one
to be treated on the same general principles as other
diseases, that a right appreciation of such cases was
obtained. These men have passed on, but their work
remains, and future generations will call them
blessed.

Dr. J.Edward Turner's name heads the list of con¬

secrated workers in this field, as he built the first
inebriate asylum in this or any other country. The
corner stone, after an unparalleled amount of work
on his part, was laid in 1858, at Binghamton, N. Y.r
and the institution, which was opened for patients in
1863, was carried on under his administration for
three years with great success. Many who were his
patients then have since been useful and honored
members of society. The history of that institution
after he left it, shows how the most beneficent enter¬
prise may be wrecked by bad management.

A prominent feature in Dr. Turner's plan of treat¬
ment made it necessary to isolate the patient from
the possibility of obtaining alcohol in any form, and
to continue this exclusion long enough to make a

complete cure, the time varying in different cases ac¬

cording to the condition of the patient. It has been
demonstrated over and over again, that unless entire
exclusion can be obtained, the work of reform requires
repetition. There are many reasons why an institu¬
tion is essential for the care of inebriety as well a»
of disease in general. The appliances for treatment
are more complete than can be possible in the indi¬
vidual home, the supervision of the physician is di¬
rect and constant, and therefore the attention is more

prompt, the surroundings of the patient as to sani¬
tation, diet, etc., can be better regulated, and the
uniformity of life, as well as treatment, all conduce
to a speedy recovery. When we have attained exclu¬
sion, the first step toward a radical cure is taken.
Without this any institution purporting to treat such
conditions is incompetent in many cases.

Next in order comes the restoration of the func¬
tions of the body to their normal working condition.
It is understood that the action of alcohol, as well as
the narcotics, retards the waste of tissue, and some
have imagined this to be an advantage, but on the
contrary the system, by the free use of these agents,.
is often loaded, as it were, to the brim, and then is
ready to be discharged like a cannon at the touch of
a match, and for this very reason they are more dan-
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